[Behaviour of the hepatic glutathione (GSH) in the rat in continuous administration of hexachlorobenzene (HCB) (author's transl)].
Adult male Wistar rats were fed with a diet containing 0.05% hexachlorobenzene (HCB) over a period of at least 90 days. At intervals group of 4 animals each were killed and the GSH- and cytochrom P-450-content, the 7-ethoxycoumarin-deethylation activity were measured in the liver. At the same time the urinary porphyrin excretion was determined. After ten days a massive induction of the microsomal mixed function monooxygenase system could be demonstrated, whereas the porphyria (e.g. an increased excretion of urinary porphyrins) became manifest after 56 days HCB-exposure. At the same time (56th day of experiment) the GSH content in the liver rapidly decreased. It is assumed that at the beginning of th HCB-feeding the microsomal mixed function monooxygenase are induced and the uroporphyrinogen decarboxylase is inhibited. This inhibition causes an accumulation of highly carboxylated porphyrins in the liver. Later on (around the 56th day of HCB exposure) a hepatic GSH decrease leads to an increase of heavy metal ions and to a disturbance of the heme biosynthesis that means the manifestation of the HCB-porphyria.